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Linear atrophodernna of Moulin (LAM) is a rare dermatosis in childhood and early adoles- 
cence. The exact etiology of LAM is still obscure. Several treatment modalities were reported 
but none was consistently successful. We report a case of LAM in which a favorable outcome 
was obtained with topical calcipotriol. The relevant literature is also reviewed. 

Introduction 

Linear atrophoderma of Moulin (LAM) is a rare linear dermatosis. The disease usually 
presents in childhood or early adolescence as asymptomatic hyperpigmented atrophic linear 
bands along Blaschko's lines without prior inflammation or sclerotic appearance. LAM 
usually progresses as a linear atrophic lesion in the first few months; then the lesion ceas- 
es to progress and persists. We report a case of LAM with partial response to topical calcipo- 
triol. 



Case Presentation 

A 15 -year-old male Thai presented for a 1 -month history of two progressive asympto- 
matic depressed linear plaques along Blaschko's lines [fig. 1). The first lesion was on the 
trunk, extending laterally from the umbilicus toward the middle of the right lower back at 
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the level of TIO of the thoracic spine. The second lesion was on his right leg, extending from 
the middle of the popliteal fossa toward the medial malleolus. There was no sign of 
inflammation or sclerosis on the lesion. The remaining results from the physical examination 
were unremarkable. There was no underlying disease, and no one in his family had the same 
skin lesion. 

Histopathology of the lesion revealed epidermal atrophy without any change in the 
dermis or collagen bundle. The elastic stain showed normal elastic tissue. 

Treatment options were discussed and explained to the patient. He agreed to try topical 
calcipotriol twice a day on the lesion on his abdominal wall, leaving the lesion on his back as 
a control. After 3 months of follow-up, clinical improvement was observed in the treated 
area in comparison to the untreated control area, which was appreciated by the patient [fig. 
2). After successful treatment of the abdominal area, we asked the patient to apply topical 
calcipotriol to all lesions; unfortunately, there was no additional improvement of the 
abdominal and leg lesions after further 2 months of treatment. Based on this result, we 
consider topical calcipotriol treatment an effective approach in the early stage of LAM. 



Discussion 

LAM was first described by Moulin in 1992 as an acquired unilateral hyperpigmented 
atrophic band along Blaschko's hnes [1]. The classic histopathology revealed no inflamma- 
tion or sclerotic change. LAM usually progresses as a linear atrophic lesion in the first few 
months; then the lesion ceases to progress and persists. The lesion of LAM usually resists 
most treatment options; however, the prognosis is excellent because there is no systemic 
condition associated with the disease. 

The etiology of LAM remains unclear. A study of the atrophic component of LAM by 
ultrasonography revealed that subcutaneous volume reduction was the cause of the atrophic 
appearance, not dermal atrophy [2]. 

Even though the clinical manifestation of LAM is rather unique, histopathology of LAM is 
quite inconspicuous. Hematoxylin and eosin staining usually shows hyperpigmentation only 
in basal epidermal layers without abnormal collagen or elastic fibers in the dermis or any 
obvious inflammation [1, 3, 4]. There may be some perivascular lymphocytic infiltration [2, 
5-12], acanthosis [7, 8], epidermal atrophy [6], altered collagen in the dermis [2, 5-7, 9, 10, 
13], and decreased or fragmented elastic tissue [14]. Once there is some alteration of the 
collagen component, the diagnosis should be atrophoderma of Pasini and Pierini (APP) [15]. 

The differential diagnosis of LAM includes APP, linear scleroderma, lichen striatus, and 
focal dermal hypoplasia. Linear scleroderma and APP may show a segmental atrophic plaque 
similar to LAM. Abnormal collagen fibers in the histopathological findings and dermal tissue 
reduction in the ultrasound imaging are helpful for the diagnosis of linear scleroderma and 
APP, respectively [2, 14]. Considering the clinical manifestation of LAM, i.e. the characteris- 
tic atrophic band and hyperpigmentation, the following conditions may resemble LAM: 
incontinentia pigmenti, nevus of Ito, linear and whorled nevoid hypermelanosis, and linear 
lichen planus. 

In general, LAM is typically a self-limited disease. Progression of the lesions usually 
stops within a few months without any internal organ involvement. There have also been 
cases of LAM in association with idiopathic urticaria and hypothyroidism [8]. There are 
reports of variants such as multiple telangiectatic macules accompanying the atrophic 
plaque [11], bilateral LAM [8, 11], and LAM preceded by inflammation [8]. 
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Currently, there is no standard treatment regimen for LAM. However, partial improve- 
ment was obtained with intravenous penicillin together with topical PUVA therapy, oral 
Potaba [potassium para-aminobenzoate), high-dose vitamin E [400 lU/day), and topical 
clobetasol propionate [7, 11, 12]. Other cases were treated with topical corticosteroids, 
topical corticosteroids and heparin, high-dose penicillin, and photo protection - all without 
improvement [5, 6, 9, 10, 13]. 

In our case, the patient was treated with topical calcipotriol twice a day. Calcipotriol is a 
synthetic 1,25-dihydroxyvitamin D3, which has efficacy in the treatment of plaque-type 
morphea. After 3 months, the progression of the lesion stopped, and partial improvement of 
the treated area occurred. Topical calcipotriol was apphed to both the legs and abdominal 
area for the next 2 months, but interestingly, no further clinical improvement was observed. 
This finding suggests that early treatment is of great importance. 

In conclusion, we reported a case of classic LAM with partial response to topical calcipo- 
triol treatment. We suggest that treatment should be started early in order to achieve good 
response. 
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Fig. 2. Clinical presentation 3 months after topical calcipotriol treatment. 
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